Arrhythmogenic right ventricular dysplasia is an unusual disease in which a predominantly rightsided cardiomyopathy is associated with ventricular arrhythmias.' Ventricular tachycardia'is most commonly observed and often leads to the detection of the cardiomyopathy. We (fig 1) . The amplitudes of the right ventricular electrograms were markedly reduced. Pacing at the apical, inferior, and anterior areas of the right ventricle was consistently effective only when stimuli of at least 15 mA were used. In contrast, pacing at the right ventricular outflow tract could be achieved with stimuli as low as 0-6 mA (fig 2) . Sustained ventricular tachycardia (cycle length 180-220 ms) with left bundle branch block configuration was induced when two extrastimuli were delivered to the right ventricular outflow tract. This tachycardia was poorly tolerated and required immediate cardioversion for termination. Addition of quinidine (500mg three times daily) to the continuing mexiletine treatment did not prevent induction of sustained ventricular tachycardia. Although ventricular fibrillation has been occasionally noted in arrhythmogenic right ventricular dysplasia,2 its occurrence as the presenting symptom of this cardiomyopathy in an apparently healthy patient has been reported in only one instance.3 This suggests that right ventricular dysplasia should be considered as a possible, although most probably rare, cause of sudden cardiac death.
The diagnosis of atrial paralysis (also called "atrial standstill") was based on the following findings:
absence of P waves on standard and intracardiac electrograms, lack of atrial excitability, and absence of atrial contraction and atrial pressure changes.4 As far as we know this is the first report of atrial paralysis associated with right ventricular dysplasia. Because both are rare conditions their association may not have been fortuitous.
The considerable disturbances of right ventricular excitability that we found in our patient have been reported in a patient with Uhl's disease,5 which is assumed to be an extreme form of right ventricular dysplasia.6 Although severe forms of right ventricular dysplasia might be expected to produce hypoexcitability of the right ventricle, we do not know of similar findings being reported during electrophysiological studies in patients with this cardiomyopathy.
The association of atrial paralysis with hypoexcitability of several areas of the right ventricle including the apex has important clinical implications, especially when pacemaker implantation is being considered. Endocardial pacing from either the right atrium or the right ventricular apex will not be effective in such patients. Although pacing from the normally excitable right ventricular outflow tract with active fixation electrodes may be considered, the possibility that the progression of the disease will later impair this area' suggests that epicardial pacing (ideally from the left ventricle) will be required. 
